conditions of these patients were all 
maintained with placebo capsules for 
at least five to seven days during the 
withdrawal phase. While clear symp¬ 
toms of withdrawal were observed, no 
were reactions tec. seizures or psy¬ 
chotic reactionsi occurred. In keeping 
with our findings, few instances of 
severe withdrawal' reactions associ¬ 
ated with termination of dtnieaUy 
accepted doses of benzodiazepines 
have been reported in the literaturt. 
In the ease reports cited bv Drs 
Banrmann and Wolfe, the observa- 
tions were made in uncontrolled con¬ 
ditions in which other factors may 
have been responsible for the reac¬ 
tions noted. In light of the widespread 
use of the benzodiazepine compounds, 
it is striking that so few instances of 
extreme withdrawal symptoms have 
been reported. However, more re¬ 
search. conducted under appropriate¬ 
ly controlled conditions, is needed to 
evaluate this issue. 

Drs Bargmaxw and Wolfe also raise 
questions about the efficacy of ben¬ 
zodiazepines in long-term use. Our 
recent report addresses this issue in 
only a preliminary manner. We are 
currently analyzing, for future publi¬ 
cation, data from our study that sup¬ 
port more directly the efficacy of 
long-term diazepam therapy. 



Risk Factors tor Parsistont 
Middla-Ear Effusions 

To the Editor .—Rraemer «t aT com¬ 
pared children with persistent mid¬ 
dle-ear effusion (PMEE) admitted to 
a hospital for tympanostomy tube 
insertion with children admitted for 
other types of surgery and matched to 
patients with PMEE by age, sex, 
season, arid surgical ward. Parents 
were interviewed about children's 
household exposure to cigarette 
smoke, frequency of nasal congestion, 
and frequency of defined atopic symp¬ 
toms. The ratios of the proportions of 
children with PMEE to the propor¬ 
tions of children without PMEE in 
whom these factors were present 
were expressed as relative risks. 

When relative risks were calculated 
individually for nasal congestion, cig¬ 


arette smoke exposure (as measured 
by whether household residents re¬ 
portedly smoked more than 0^5 packs 
per day), and atopy, nasal congestion 
was significantly different in children 
with and without PMEE, but ciga¬ 
rette smoke exposure and atopy were ! 
not When risks were calculated for I 
the three factors in pairs, exposure to 
cigarette smoke plus congestion and 
congestion plus atopy were signifi¬ 
cantly more frequently present in 
children with PMEE than in those 
without PMEE. Cigarette smoke ex¬ 
posure plus atopy could not be tested 
because of inadequate numbers of 
subjects. When all three factors were 
combined, the combination was sig¬ 
nificantly more frequent in children 
with PMEE than in those without 
PMEE. 

Data derivable from the article’s 
Table 2 show that when the influence 
of nasal congestion is controlled in 
the analysis of the influence of expo¬ 
sure to smoking on PMEE. the chil¬ 
dren exposed to smoking and those 
not exposed differed littlr in :h* 
proportion who had PMEE (Table). 

Similar calculations show that, 
within the congestion and no-conges¬ 
tion groups, the proportions of atopic 
an d n onatopic children who had 
PMEE were similar—74% and 68%, 
re s pectively, in those with congestion 
and 33% and 35%, respecbwly, in 
tboae without congestion. 

Using other cutoff points and other 
measures of cigarette smoke exposure 
(Table 1), the authors found, is the 
small numbers of subjects with the 
highest levels of exposure, differences 
in relative risk between subjects with 
and without PMEE that were of bor¬ 
derline statistical significance, but 
they did not find a linear trend of 
increasing risk with increasing expo¬ 
sure. 

The authors interpreted the analy¬ 
ses they reported as indicating that 
nasal congestion, cigarette smoke ex¬ 
posure, and atopy were all •'important 
risk factors.*’ We believe instead that 
the apparent associations between 
cigarette smoke exposure and PMEE, 
and between atopy and PMEE are 
probably arbfactual and resulted (1) 
from combining, in the Table 2 anafy- 
I set, cigarette smoke exposure and 
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atopy each with nasal congest, 
which was strongly associated 
PMEE, and (21 from not having 
rated, in the Table 1 analyses. * 
ing from nasal congestion, or atom 
from nasali congestion. 

We do not beiieve that evident 
presented by Rraemer et al ^ 

lishes either cigarette smoke 
sure or atopy as risk factors *V 
PMEE. 
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In Reply .—The letter by Rogers et al 
details their objections to our analy¬ 
sis of the risk factors for persistent 
middle ear effusions. They claim that 
because household cigarette smoke 
exposure and an atopic history seem 
to be strongly related to nasal conges¬ 
tion, which in turn is strongly related 
to PMEE. the apparent associations 
of PMEE with cigarette smoke expo¬ 
sures and atopy are only arufacrual. 
They support their assertion by 
noting that, when the data from 
Table 2 are adjusted for the presence 
of nasal congestion, there is then no 
difference in the proportion of cases 
and controls who were atopic or 
exposed to cigarette smoke. 

However, we believe that it is tnep- 
propriate to control for nasal conges¬ 
tion when assessing the risk for 
PMEE associated with exposures to 
household cigarette smoke and with 
atopy. This is because of our feelinc 
that nasal congestion should not be 
considered as a confounder in this 
instance but rather as a means by 
which the adverse effect of atopy or 
smoke inhalation on the development 
of PMEE is mediated. If nasal conges¬ 
tion is not a determinant of household 
cigarette exposure or atopy but is 
actually a consequence of their ac¬ 
tions, controlling for this variable 
will spuriously reduce the relative 
risk associated with cigarette smoke 
exposures and atopy by forcing cases 
and controls to be artificially simil* r 
with regard to these factors.' 

Thus, we contend that our origin^ 1 
analysis was correct and that th* 
results of our study support t£ f 
hypothesis of an etiologic roie ?or 
atopy and cigarette smoke exposure 
in the dweiopment of PMEE. 
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